the molecular mechanism by which QKI regulates the expression of SIRT2 in OLs during development. Two quaking response elements (QREs) were identified in the 3 UTR of Sirt2 mRNA and RNA co-immunoprecipitation experiments confirmed that all three transcripts of Sirt2 were bound and stabilized by QKI protein.
the molecular mechanism by which QKI regulates the expression of SIRT2 in OLs during development. Two quaking response elements (QREs) were identified in the 3 UTR of Sirt2 mRNA and RNA co-immunoprecipitation experiments confirmed that all three transcripts of Sirt2 were bound and stabilized by QKI protein.
Together, these findings suggest that the expression of Sirt2 is regulated by QKI protein for proper OL development and the loss of Sirt2 contributes to dysmyelination (Funded by CIHR).
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An experimental confirmation of the critical period of adaptive plasticity in central motor system J.M. Azcurra 1, * , C. Rodriguez 2 , J.E. Douton 1 , P.M. Azcurra-Arndt 1 1 Universidad de Buenos Aires, Argentina 2 Universidad de Luján, Argentina E-mail address: azcurrajulio@yahoo.com (J.M. Azcurra).
A critical period for central motor system is accepted mostly in human, but the experimental demonstration was still lacking. We postulate the PN30-37 of rat as the natural adaptive plasticity period for central motor system based on theoretical considerations and previous work showing this as a striatal activity dependent synaptic plasticity period for modulatory receptors.
Experimental testing of this hypothesis must meet the conditions of an improvement in a specific motor behavior at adult age induced by training in the critical period whit a specific motor stimulation.
To test this hypothesis with different statistical design, two experiments were used. Rats at PN25-28 and PN30-37 (exp 1), or PN30-37 (exp 2) were exercised in a clockwise direction in a 1 m circular track of a mobile floor drum for 1400 m (meters) and 900 m total respectively. At PN 90-97, counter clockwise motor performance was evaluated against respective controls in the Circling Training Test, using an identical track. The exp 1 animals have a significant difference to controls at p = 0.01 (repeated measures ANOVA). The exp 2 has a significant difference at p = 0.03 (repeated measures ANCOVA). In both cases, improvement of circular motor performance was around a 20% measured as theoretical maximum velocity obtained from mathematical plotting of data. No effects were observed due to running at later developmental stages (training performed at PN45-48 and 50-57, repeated measures ANOVA p = 0.78, confirmed by video-register).
These results are the first experimental support to the existence of a central motor adaptive plasticity critical period in mammals which correspond to the critical period of activity dependent synaptic plasticity that elicit permanent adjustment of muscarinic cholinergic and dopaminergic D2 receptor expression in striatum. Current theories of striatal role in central control of motor activity support the observed correspondence. Background: Schizophrenia is believed to be a neurodevelopmental disorder, and might originate earlier than the first symptoms present clinically. Subjects with 22q11.2 Deletion Syndrome (22q11DS) represent a promising cohort to explore biomarkers of schizophrenia prior to symptoms onset, as there is a 30% incidence of schizophrenia in adult life. In this study, we explored whether changes in whole brain white matter are present
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